1. Sympathetic impulses from the posterior hypothalamus might descend through the brain-stem and spinal cord to the stellate and cervical ganglia and back to the cerebral vessels causing a constrictive effect which was not balanced by corresponding parasympathetic impulses.
2. Injury to the hypothalamus might cause liberation of various vasoactive chemical agents into the cerebrospinal fluid.
3. Hypothalamic injury might stimulate a widespread sympathetic discharge, especially affecting the adrenal medulla, increasing the levels of circulating catecholamines. This was the most likely mechanism. Subarachnoid haemorrhage, by damaging adrenergic nerve endings but not alpha adrenergic receptor sites, might cause denervation hypersensitivity of the intracranial arteries to catecholamine circulating in the blood or cerebrospinal fluid. 
